ambulation. This deficit is commonly described as "shoulder slip". In most instances it is the result of blunt trauma or supposed stretching of the nerve fibers as they course over the cranial aspect of the scapular neck. The nerves intimate association with the scapular bone and relatively superficial location anatomically render it vulnerable to injury.
CHAPTER II

REVIEW OF LITERATURE
Description
The clinical syndrome known as sweeny is characterized by instability of the shoulder joint and atrophy of the supraspinatus and infraspinatus muscles. The condition is 
3
The neural origins of the SSN are cervical segments C6 and C7 which then converge at the cranial aspect of the brachial plexus. 1, 3 After coursing through the plexus, the nerve (now the SSN) courses lateral and contours itself to the cranial waist of the scapular neck prior to proceeding caudad and a providing its motor function to its dependent muscles (Figures 2 & 3) . The muscles innervated by the SSN include the supraspinatus and infraspinatus, which anatomically originate from the lateral paraspinous fossae of the scapula bone. The arrangement of these two muscles clearly demonstrates their biomechanical functions as lateral stabilizers of the scapulohumeral joint which is devoid of collateral ligaments.
Treatment
Both surgical and medical therapies have been reported for management of sweeny.
Surgical management involves decompression of the SSN by scapular notch resection with or without suprascapular ligament transection and neurolysis. 4, 5 Medical therapies involve anti-inflammatory agent administration and strict confinement. 1, 4, 6 Results of previous studies 4, 5 indicate favorable responses to both conservative 6 and surgical treatments.
Purpose of Study
It has been reported 7,c that experimental transection of the SSN in an adult horse caused atrophy of the supraspinatus musculature but no gait abnormality. This implicated brachial plexus dysfunction as a cause of gait abnormality. 7 To our knowledge, no scientific study has been performed to define the clinical effects of transitory SSN anesthesia in horses. The purpose of the study reported here was to assess gait abnormalities associated with selective anesthesia of the SSN achieved via perineural catheterization and thereby determine the function of that nerve as it relates to gait in horses. We hypothesized that selective anesthesia of the SSN would result in clinically apparent shoulder joint instability. 
Surgery
The day prior to surgery, each horse was physically examined; a venous blood sample was collected for assessment of PCV and total plasma protein and BUN concentrations.
Eight hours prior to surgery, food was withheld from the horses but free access to water was permitted. Immediately before surgery, the right shoulder region of each horse was 
Statistical analysis
The proportion of abnormal steps before and after the chemical denervation was compared for each horse with a Fisher exact test 8 (performed by use of computer software b ). Statistical significance was determined at a value of P < 0.05. Two of the 3 animals (the horse and first pony) had slight lameness postoperatively.
Results
Pre
Muscle atrophy was inconsistent; the horse and the second pony had marked atrophy by 10 days and the first pony had slight atrophy at 14 days after surgery. Atrophy was detected in the supraspinatus muscle only in the horse and both the supraspinatus and infraspinatus muscles in first pony, and the affected musculature was unspecified in the second pony. This inconsistent pattern of muscle atrophy suggests accessory innervation of these muscle groups as a result of biologic variation or incomplete transection. Slight shoulder instability developed in the second pony that was not reported to be lame postoperatively. Therefore, results of SSN neurectomy were highly variable among those 3 experimental animals.
Differences between our data and findings of the previous study 
